Porphyria cutanea tarda was attributable to alcohol and improved, as anticipated, when he abstained. Hepatic origin of urinary porphyrins was demonstrated by characteristic ultraviolet light fluorescence of the liver biopsy specimen. The excised tumour was not investigated as a possible source ofporphyrin synthesis. Carcinoma of bronchus not uncommonly produces ectopic hormones ofpolypeptide type including, occasionally, gonadotrophin, so.that increased output of steroid may result, which could enhance hepatic aminolkvulinic acid synthetase activity. Such a steroid effect might have caused acute intermittent porphyria in a case of primary aldosteronism (Basiliere & Newcomer 1971) , but porphyria from carcinoma of bronchus has not been reported. There was no gynacomastia or other evidence of steroid disturbance in our patient. We consider that our patient has rheumatoid arthritis or possibly polymyalgia rheumatica. The cause of the hydronephrosis on the right side remains undetermined. The patient, a single Irishman aged 37, presented in 1967 with a widespread eruption over the face, scalp and chest which had developed while he was working underground in pressurized conditions. The lesions became typical of discoid lupus erythematosus when the infection subsided. He denied heavy alcohol consumption. Investigations at this stage showed no serological changes of LE though histology from the skin lesions was typical. There were minor abnormalities of liver function, demonstrated by an inverted albumin/ globulin ratio and a slightly elevated SGOT (75 u). Over the next two years he received topical and systemic steroids, antimalarials, sunscreens, &c., with moderate control of skin lesions but without affecting additional symptoms such as joint pains and transient but definite arthritis.
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In 1969 he developed neurological symptoms consisting of headaches and attacks of altered consciousness, varying from dizzy spells to periods ofcomplete loss ofconsciousness. In these attacks he injured himself on more than one occasion, though there was no incontinence or tongue biting. In 1970 he suffered from bilateral effusions in knee-joints and showed hepatomegaly. Investigations: Full blood count normal. ESR 70 mm in 1 h (Westergren) on various occasions. Serum proteins: total 6.9, albumin 2.9, globulin 4.0 g/100 ml; alkaline phosphatase 15.5 K-A units, SGOT 158 u, bilirubin normal; LE cells not seen on four occasions, LE latex and ANF negative; RA latex and Rose-Waaler positive (1:256). Faecal and urinary porphyrins negative on screening tests. Quantitative testing of urinary porphyrins: coproporphyrins 207 pg/24 h; uroporphyrins undetectable. Liver biopsy showed gross degenerative changes mainly of fatty infiltration compatible with chronic alcoholic toxicity. No overt cirrhosis was demonstrated. The biopsy specimen fluoresced bright reddy-pink when examined under the Woods light.
Discussion
Although there is no evidence associating lupus erythematosus with porphyria, there are now at least 14 cases in the literature of coexistence of the two diseases in one patient (Hetherington et al. 1970 ). These reports link various kinds of porphyria with discoid and systemic LE ( Table 1) . The similarity between the two conditions may be diagnostically misleading in cases in which the LE is particularly light-sensitive. Although the biochemical investigations in this case do not suggest porphyria, the fluorescence of the liver tissue is suspicious of incipient or latent disease.
In 1969 Lundvall & Enerback described a simple technique using hepatic tissue aspirated down a fine needle as a source of fluorescent material for establishing a diagnosis of porphyria. They investigated 19 cases of porphyria cutanea tarda and found uroporphyrin fluorescence of varying degree in all of them; 21 of 22 controls were negative but one of the control group who had fluorescence was shown, on closer investigation, to have latent porphyria. These authors identified the substance responsible for the fluorescence as uroporphyrin. It has a characteristic strong pinky-red fluorescence when excited by a fairly wide range of ultraviolet wave lengths, particularly at 400 nm. Chloroquine, though weakly fluorescent, has a different wave length of emission and excitation. The procedure of investigating hepatic tissue for fluorescence was probably first described by Lamont et al. (1961) , and has been reported on various occasions since. Girl, aged 14 History: Since 6 months of age she has had recurrent ulcerative scarring suppurations of the skin with persistent anemia, polymorphonucleosis, hepatosplenomegaly, chest infections and some stunting of growth. The lesions begin as elevated haemorrhagic nodules, ulcerating and spreading rapidly to form raw necrotic areas exuding cloudy serum, healing after months and leaving extensive scars (Fig 1) . A massive pyoderma of the left arm in 1965 was followed by a Staph. albus septicwmia and hemiplegia from a cerebral abscess or embolus. Some suppurations have followed trauma but the majority occur spontaneously. The gums show hyperplastic gingivitis with periodontal hyperplasia and loosening of the teeth. Childhood illness (chickenpox and measles) and antitetanus immunization have been tolerated normally. Family history: A brother died at 18 months of pneumonia, having had persistent pyoderma since birth. No (1966) . Bacteria and leukocytes were mixed in a 1:1 ratio and suspended in pooled normal serum to give a final concentration of 10%. The mixture was incubated for 20 min to allow phagocytosis to take place and then antibiotics were added to kill the remaining extracellular organisms. Samples were taken immediately, and at 140 min after lysis of the cells, to release ingested organisms; serial dilutions were made to estimate the number of organisms, by the pour plate method. The bactericidal capacity was calculated as a ratio of viable organisms at 140 and 20 min. Cells from mother, father, sibling and control were studied. In addition, the effect of the patient's serum on the same sample of cells from all these individuals was done in an identical manner. All tests were done in duplicate and repeated on different occasions. Lymphocyte transformation with phytoliemagglutinin (PHA) was measured. Antibody production following administration of tetanus toxoid on 3 occasions at monthly intervals was measured by Dr D G Barr at the Wellcome Research Laboratories. Total serum complement was estimated. 
